Taphrina wiesneri, T. deformans, and T. pruni, causal agents of hyperplastic plant diseases, produce indoleacetic acid (IAA) from L-tryptophan via indole-3-pyruvic acid (IPyA) and indole-3-acetaldehyde (IAAld) as intermediates.
INTRODUCTION
Plant hyperplasia caused by bacterial pathogen has been well characterized.
They include crown gall (Agrobacterium tumefaciens) 8, 12, 13) olive knot (Pseudomonas syringae pv. savastanoi)2,3,10, 18, 19) , bacterial gall of Japanese wisteria (Erwinia herbicola pv. milletiae)14), etc. It has been shown that hyperplastic tissues developed in these diseases are caused by high concentrations of indole-3-acetic acid (IAA) and cytokinin produced by these bacteria. In these bacterial pathogens, IAA is produced from L-tryptophan with indoleacetamide (IAM) as an intermediate. The enzymes involved are tryptophan 2-monooxygenase, which catalyzes the conversion of L-tryptophan into IAM, and IAM hydrolase, which catalyzes the conversion of IAM into ammonia and IAA.
Taphrina wiesneri (Rath.) Mix, T. deformans (Berkeley) Tulasne, and T. pruni Tulasne, causal agents of cherry witches' broom, peach leaf curl, and plum pocket, respectively, accumulate a large amount of IAA in culture filtrate. Production of indoleacetic acid (IAA) and other indole compounds in culture filtrates of certain species of Taphrina, Ustilago were reported by several researchers6, 9, 15) . It is speculative that hyperplasias caused by these pathogenic fungi are due to high concentrations of auxin and cytokinin produced by these organisms that perturb the hormone balance in the host cells. It has not been, however, clearly elucidated the pathway of IAA biosynthesis in these organisms.
Present paper describes the production of IAA and the related indole compounds in T. wiesneri, T. deformans and T. pruni to speculate the possible pathway of IAA biosynthesis and the regulation of IAA production. 
